from the sputum up to four weeks after starting chloramphenicol, but subsequent cultures were negative. Antibiotic treatment lasted for six weeks and the patient is still on a maintenance dose of prednisone as an out-patient. He has remained well apart from minor attacks of wheezing.
During his first week in hospital he developed a pustular rash on the face, chest and arms. The pustules later changed into raised, reddishbrown granulomatous lesions, and some of these became hemorrhagic and necrotic. The patient was found to be taking syrupus caffeine iodide which he had been taking intermittently for some months and which he had brought into hospital. The lesions were regarded as typical iodide granulomata. The iodides were stopped and the rash cleared within a week while on steroid therapy.
Conclusion.-This patient had severe pulmonary eosinophilia with asthma, and the finding of Staph. aureus repeatedly in the sputum suggested that infection with this organism was either a precipitating or an exacerbating factor. There was a dramatic response to treatment with prednisone and appropriate antibiotics. As pointed out by Rose and Spencer (1957) it may be impossible, on clinical grounds, to distinguish the respiratory phase of polyarteritis nodosa from the more severe cases of pulmonary eosinophilia as described by Crofton et al. (1952) . This patient may ultimately develop a generalized polyarteritis, but there have been no signs of this up to nine months after his original illness. Section of lymph node (ileal mesentery): Structure replaced by follicular arrangement of fat-filled cells with fibrous tissue between. Node would appear to drain small intestine, seat of lipodystrophy (Dr. I. G. Williams) (Fig. 1) .
The diagnosis of intestinal lipodystrophy was established and treatment with folic acid and prednisone given. Prednisone had a beneficial effect (Table I ). Signs of corticosteroid overdosage in August, treatment changed to triamcinolone. The patient is now symptom free apart from aching in ankles.
Discussion.- Whipple (1907) was the first to recognize this condition when he described the case of a 36-year-old physician who died following five and a half years' polyarthritis, four months' steatorrhcea, gradual weight loss and anmmia. He proposed the name intestinal lipodystrophy because the disease was characterized anatomically by deposits of fat and fatty acids in the intestinal and mesenteric lymphatic tissue. The predominant cell was the foamy macrophage. In 1949 Black-Schaffer, following up Whipple's original observation that not all the macrophages took up fat stains, identified the intracellular inclusion as a polysaccharide. The source of this material has not been determined as yet. Farnan (1958) suggests that intermittent systemic dissemination may account for the widespread lesions found and excessive formation may cause obstruction at the mucosal site. This would account for the steatorrheea and malabsorption defects.
The features common to most cases described are arthritis, usually preceding steatorrhcea, weight loss, emaciation, pigmentation, achlorhydria and flat glucose tolerance curves. The present case differs in that the arthritis succeeded the steatorrhcea, free acid was present in the gastric juice and the anamia was megaloblastic.
Treatment.-The course used to be invariably fatal, usually within five years. In 1953 Jones et al. published the case report of a patient who following cortisone therapy had a remission for the twelve months she was followed up. Other reports favoured the use of hydrocortisone.
Our patient was treated with prednisone and subsequently triamcinolone with encouraging results. ). H. M., male, aged 52. In November 1950 he developed an infective thrombophlebitis following an injury to his leg. Then followed three episodes of pulmonary infarction and, one month after admission, he developed a left-sided hemiplegia and a facial weakness. One week later he developed a thrombosis of the common iliac veins and he was discharged after three months with a residual paresis. He remained well until June 1957, when there was the sudden onset of inability to speak, move his jaw or his tongue. At this time he felt dizzy and nauseated; he was treated by his general practitioner and recovered in approximately one week. In October 1958, whilst standing on a station 'This case was also shown, by Dr. Ian Mackenzie, at a meeting of the Section of Neurology at the National Hospital for Nervous Diseases, on December 4, 1958. 
